In retrospect it seems likely that the use of an interlocking intra-medullary nail as the initial method of internal fixation of this fracture may, by preventing impaction of the bone ends, have contributed to the subsequent development of nonunion. However, Wand and Hutton have misunderstood our concluding remarks on a possible prophylactic role for the medical treatment of Paget's disease of bone. We are suggesting that effective longterm suppression of the disease by calcitonin or diphosphonates, undertaken ideally from the time of initial diagnosis, may reduce the risk of future fracture through Pagetic bone, and for this aim treatment should be given irrespective of whether the patient is symptomatic. We are not suggesting that such treatment would have prevented failure of the implant employed to treat the fracture once that misfortune had occurred, and indeed there is no evidence that suppression of the increased bone turnover that is characteristic of Paget's disease either promotes or adversely affects fracture healing. It is perhaps pertinent, however, that suppression of biochemical indices of disease activity in Paget's disease is associated with a reduction in bone blood flOW l-5. Thus prophylactic medical treatment would also make the orthopaedic surgeon's task a little easier should he be called upon to intervene operatively to treat fracture or to undertake replacement arthroplasty of a coexistent damaged joint in a patient with Paget's disease. 
RES GRAY

Myalgic encephalomyelitis
We accept that Martin Lev (November 1989 JRSM, p 693) is correct to point out that the anxiety and depression noted in patients labelled as suffering from 'ME' are the consequence of 'underlying organic processes'. The demonstration of hyperventilation in the overwhelming majority of these patients (Rosen SD, King JC, Nixon PGF, unpublished results), provides a clear metabolic reason for the anxietyl .2.3 . 'Depression' is a predictable reaction to the inability to make and sustain effort due in part to the ease of acidosis of muscle cells depleted of buffer base reserves", We agree with Sargant", that the sufferers from the late stages of effort syndrome, who have nothing to gain from their ill health and much to lose, are among the most gifted and energetic of people, and consequently the most upset about the frustration caused by loss of performance.
S D ROSEN
Cardiac Registrar J C KING Honorary Head Occupational Therapist ( Following your letter by Lev (November 1989 JRSM, p 693), in a syndrome like ME where so many symptoms appear to be illogical, may I draw attention to a few of them in an attempt to find a possible common factor. Sweating is an autonomic function and it is difficult to find an explanation for abnormal sweating other than autonomic malfunction.
The ME patient who feels cold in a room where others feel comfortable usually has a normal body temperature in a temperature-controlled environment, but a wrong message is sent to the brain. Other patients have a local area of skin which always feels cold. Yet the sensation of warmth to hand touch, either by a third party or by the patient, does not differ in the "cold" area and the surrounding skin. Another wrong message.
Temperature control, whether local or general, is an autonomic function, but where there is other evidence of autonomic malfunction there is scope to hypothesise that such a malfunction may constitute an interference with and consequent distortion of sensory signals.
If we can accept this we can further consider a similar process in the efferent pathways, so that muscle does not receive correct stimuli from the cerebral cortex.
